Metastatic melanoma ranks amongst the deadliest types of cancer, and metastasis itself is the primary killer in most solid tumours, yet gaps still exist in our understanding of this process. We know that innate immune cells, particularly tumour-associated macrophage, play a significant role in promoting metastasis (Kitamura, Qian, & Pollard, 2015) .
Macrophage recruited to the tumour microenvironment is subject to a range of locally generated signals, which promote their switch to a protumourigenic phenotype. Many reciprocal signals mediate this interaction, including chemokines, cytokines, small metabolites and miRNAs (Noy & Pollard, 2014) , but a thorough understanding of cell-cell interaction during this process has been hindered by the lack of an amenable model that allows the investigation of this process in vivo in real time. From observing the cell-to-cell contact of macrophage and tumours, and supported by previous studies describing the potential of macrophage to transmit cytoplasmic material to other cell types (Saha et al., 2016) , the authors hypothesized that this could be a mechanism responsible for a tumour-associated macrophage promotion of me- however, transcription factors such as ZEB1 (Cortés et al., 2017) , an inducer of epithelial to mesenchymal transition, are also strong candidates due to their potential to induce a pro-metastasis transcription programme. Finding the causal factors would strengthen the conclusions of the article by providing a knockout target to demonstrate the causal link between macrophage cytoplasmic transfer and a more metastatic cell phenotype, an observation with a strong correlative rather than causative relationship. Moreover, the role of extracellular vesicles in pro-metastatic mechanisms (Saha et al., 2016; Zomer et al., 2015) alongside this novel pathway and the varying contributions of each would give more insight into the biology of the metastatic process.
The choice of zebrafish larval hindbrain ventricle is key to providing a reliable observation of metastasis in vivo in this study
In this study, the authors use a highly innovative approach, with robust confirmation in murine and human models, to demonstrate a strong link between the pro-growth functions of the innate immune system and cancer metastasis, providing strong parallels between regeneration and the promotion of tumour growth. This study greatly advances the field and provides exciting new avenues to address the cancer problem.
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